Sir, Hypoglycaemia is a well-recognised feature of paracetamol overdose, after the development of fulminant hepatic failure, but we are aware of only one previous description of hyperglycaemia and that was in a patient with a family history of diabetes mellitus.'
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Over recent months we have seen five patients, all male, aged 17 to 40, who have had random blood sugars of 7.2-12.8 mmol/l (mean 9.1 mmol/l) at the time of their initial paracetamol level, taken 6-12 h after the overdose (paracetamol levels of 50-184 mg/l, mean 147 mg/l). Hepatic A 61 -year-old man was admitted because of uncontrollable seizures. His past medical history was irrelevant except for epilepsy diagnosed at the age of 30, and a progressive decline in mental functions in the last two years, to the point that he was unable to perform everyday tasks. On physical examination he was in apparent good health but apathetic and incoherent, he had no dysmorphic features, and his heart, lungs, abdomen, extremities, and neurologic examination were normal. Every five or ten minutes he suffered brief generalised tonicoclonic convulsive attacks, without complete loss of consciousness or urinary incontinence, that responded poorly to anticonvulsant therapy.
Blood analysis revealed a moderate leucocytosis with left deviation, calcium 5.5 mg/dl (albumin 3.7 
